Malignant or accelerated hypertension is relatively rare but still represents a serious medical emergency. 1 Presenting symptoms include visual impairment, headache, breathlessness due to left ventricular failure, stroke or general debilitation due to chronic renal failure. Diastolic blood pressures (BP) are usually greater than 130 mm Hg and BPs of as much as 300/200 mm Hg have been described. The diagnosis is usually made with the finding of retinal linear flame-shaped haemorrhages, cotton wool spots, hard exudates, sometimes including a macular star and there may or may not be papilloedema. 3 The final terminating events are strokes, heart failure and renal failure. In the untreated state, over 80% of patients are dead within 2 years, 4 but recent series, since the advent of effective and tolerable BPlowering drugs, report an 85% 5-year survival. 5 The short-term outcome depends on a prompt but gradual reduction in BP, as rapid falls in pressure can Correspondence: Dr F Aitchison, Department of Radiology, City Hospital, Birmingham B18 7QH, UK provoke acute cerebral infarction. 6 The long-term survival depends on the presence of renal damage at first presentation and the effectiveness of BP control on follow-up. 7 Cerebrovascular accident (or stroke) is one of the commonest causes of death in the western world and is particularly common in hypertensive patients. Strokes account for 24% of deaths in patients with malignant hypertension. Cerebral haemorrhage is less common than cerebral infarction, even in hypertensive patients where it is due to a direct pressure effect on end arteries leading to rupture of the intra-cerebral microaneurysms of Charcot and Bouchard. By contrast, cerebral infarction is due to intravascular thrombus formation usually in blood vessels with some underlying atheroma. The exact reasons why hypertensive patients are particularly prone to intravascular thrombosis is unknown but may be related to an underlying 'prothrombotic' state. 8 The radiological appearances of areas of acute cerebral infarction on computerised tomography (CT) are of focal decreases in attenuation with effacement of the normal cerebral sulci. There may also be further peripheral areas of low attenuation as a result of cerebral oedema around the infarcted tissue. Haemorrhagic cerebral infarcts show areas of hyperdensity with hypodensity in the adjacent white matter. 9 Magnetic resonance imaging (MRI) is a more sensitive investigation to detect cerebral infarcts with approximately 80% being detected at 24 h after the event. The earliest signs may be detected on MRI as early as 2 h after the onset of symptoms with subtle low signal changes on T1 weighted images. 10 Only about 10% of all cerebral infarcts are infratentorial of which one-half are in the upper cerebellum, one-third in the lower cerebellum and the remainder in the pons and the medulla.
The CT scan reproduced here (Figure 1 ) was from a 30-year-old Afro-Caribbean woman. She had presented initially with headache, generalised arthralgia and breathlessness and her BP was 190/160 mm Hg. Fundoscopy revealed bilateral papilloedema, and multiple cotton wool spots (retinal infarcts). Her serum creatinine was 129 mmol/L (normal) and her sodium and potassium levels were also normal, but there was 2+ proteinuria on dipstick testing. Both her ECG and chest X-ray revealed cardiac enlargement. The patient was treated with oral nifedipine with doses increasing to 80 mg daily. After 3 days, doxazosin was added and her BP settled to 150/100 mm Hg. The following day the patient became increasingly confused, restless and unresponsive. Neurological examination revealed no focal neurological signs, but there appeared to be some neck stiffness although Kernig's sign was negative. A CT scan was performed which showed an ill-defined hypodense area in the left cerebellum. The fourth ventricle was compressed and the lateral ventricles were enlarged, indicating obstructive hydrocephalus.
The patient was referred to our neurosurgical services where the hydrocephalus was relieved by insertion of a ventriculo-peritoneal shunt and the posterior fossa was decompressed by an occipital craniotomy. The post-operative recovery was good with no good neurological signs. However, she has persistent mild memory impairment and an intermittent tendency to get words wrong and she needs the support of her relatives for shopping and housekeeping. Three years after her initial presentation she remains unable to resume her occupation at a fast-food restaurant. Her BP is under excellent control with nifedipine, doxazosin and atenolol, the latest reading being 110/76 mm Hg. The ventriculoperitoneal shunt remains in situ. Detailed investigation has revealed no underlying cause for the hypertension, renal function remains normal and she has occasional proteinuria on dipstick testing.
